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ease may simply indicate that some of the people
who smoke tend also to be people who, for various
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physical or psychological or other reasons,

are more susceptible to disease than those

persons who choose not to smoke. Stress, for

example, may well "cause" a person'to smoke

and also predispose such person to heart attack.
Smoking, however, would not be a cause but

would only be statistically associated.] Page 19

(d) The “Missing" Ingredient: Neither the existence
nor the amount of nicotine, "tar" or any in-
gredient claimed to be in cigarette smoke has
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Surgeon General's Committee concluded that nico-
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health hazard". The very term "tar" is inaccu-
rate and misleading (since there is no "tar" in
cigarette smoke), animal experimentation with
“tar" has produced only erratic and questionable
results (which may be compared with the generally
negative findings when whole smoke inhalation ex-
periments are done)and the problem for exploration
remains, in the words of the Surgeon General's
Committee, "gigantic".] Page 22
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nisleading. - Page 36

Concress should not delegate authority to regquire
labeling of cigarettes. [This was the position
taken by Congress in 1965 and it appears amply
justified in view of the Federal Trade Commission's
abrupt reversal in early 1966 of its 1965 (and

. earlier) stand on tar and nicotine (which, according

to Chairman Dixon in 1965 "could result in some other
kind of a misrepresentation or something misleading").] Page 42
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STATEMENT OF POSITION

Congress, the Federal Trade Commission, the Public Health
Service and the Departments of Commerce and Agriculture
concluded in 1965 that the labeling of tar and nicotine
vields should not be required. ‘There has been no new
scientific proof justifying any change in this.position.

For many years the Federal Trade Commission, supported
by the Public Health Service, consistently took the position that
any statement of tar and nicotine content in cigarette labeling
and advertising would not be meaningful. This viewpoint was pre-
sented to Congress during the 1965 Hearings on Cigarette Labeling
and Advertising. The Report of the Senate Commerce Committee took
cognizance of these views:

"TAR AND NICOTINE

Several witnesses urged that cigarette manufac-

turers be required to state tar and nicotine yields on
the package as originally provided by S.559. Neverthe-

. less the committee is satisfied, for the reasons dis-
cussed below, that such provision should not be retained
in the.bill.

The Chairman of the Federal Trade Commission ex-

pressed opposition at the hearing to a statute requiring

tar and nicotine labeling.

With respect to nicotine, the report of the Surgeon
General's Advisory Committee states that 'there is no
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I1I.

Cigarette smoking has not been established as a cause
of human disease.

During the course of the 1965 Congressional Hearings on
cigarette labeling, a large number of eminent doctors and scien-
tists came forward to point out that it has not been established
that cigarette smoking causes human disease. Their reasons, based
upon subst;ntial experience and research, remain as valid today as
when presented. While there have been many claims of causal re-
lationships between smoking and disease, extensive research efforts

in recent years have failed to prove that smoking is a health hazard.
!?
[\
oy
(a) The "evidence" is statistical and statistics L,LL v
cannot establish the cause of #m disease. v

Most of the "evidence" relied upon by those who believe
that smoking causes disease is statistical. But, as has been shown
time and again, statistics alone cannot establish the cause of any

disease.*

* History records strong statistical associations between pellagra
and corn consumption; cholera and high places; and malaria and
night air. All of these diseases proved ultimately to be caused
by third factors unknown at the time (respectively, a vitamin
deficiency, a bacillus and a microbe).
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1I.

Cigarette smoking has not been established as a cause
of human disease.

During the course of the 1965 Congressional Hearings on
cigarette labeling, a large number of eminent doctors and scien-
tists came forward to point out that it has not been established
that cigarette smoking causes human disease. Their reaéons, based
upon substgntial experience and research, remain as valid today as
when presented. While there have been many claims of causal re-
lationships between smoking and disease, extensive research efforts

in recent years have failed to prove that smoking is a health hazard.

2

N
roysT
(a) The “"evidence" is statistical and statistics L,LL ,/‘
cannot establish the cause of SR disease. L

Most of the "evidence" relied upon by those who believe
that smoking causes disease is statistical. But, as has been shown
time and again, statistics alone cannot establish the cause of any

disease.*

* History records strong statistical associations between pellagra
and corn consumption; cholera and high places; and malaria and
night air. All of these diseases proved ultimately to be caused
by third factors unknown at the time (respectively, a vitamin -
deficiency, a bacillus and a microbe).
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while this fact was accepted by the gqualified statis-

ticians who testified at the 1965 Congressional Hearings, it has

been ignored by those who have sought'to use the Surgeon General's

Advisory Committee Report as a basis for the assertion that smok-

ing causes hundreds of thousands of deaths each year. The Sur-

geon General's Committee itself stated that “Statistical methods ///

cannot establish proof of a causal relationship in an association",

and while the Committee observed that several studies showed an

"association" between smoking and death rates from nearly all

diseases, it refused to accept smoking as the<érove;>cause in most

cases.

Q\\

Notwithstanding the Committee's recognition that statisti-

cal association does not prove causation, those who claim smoking

causes so many deaths cite statistical association as "proof".

Two very significant facts appear in the principal data

on death rates considered by the Committee:

(i) substantially more than 90% of the

cigarette smokers whose deaths were studied died

o
from diseases which not even the Committee thought . AAaL
were causally related to their smoking; and A o
(ii) the death rates for even the heavy "

smokers were lower than the death rates for the
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entire U. S. population (which, of course, in-
cludes all non-smokers).
These facts should be kept in mind in considering any possible

relationship of smoking to particular causes of death.

(b) 2ealots have vastly overstated their case
‘ against cigarette smoking.

(1) Smoking and Cardiovascular Disease.

The Surgeon General's Advisory Committee did not fipd
sufficient evidence to conclude that.smqking causes cardiovascular
diseases. 'That lack of evidence has been blandly ignored by those
zealots who include qardiovascular diseases in their claims that
smoking causes hﬁndreds of thousands of deaths.

The Surgeon General's Advisory Committee said in 1964
that the basic causes of coronarylheart disease were obscure. The
nicotine in cigarettes, a traditional whipping boy, was said by
the cOmmittee'not to cause degenefative disease nor to be an im-
portant health hazard. Those statements are as true now as they
were then. Then, as now, certain factors other than smoking were
thought to predispose to that disease. Stress, familial background,

individual personali;y traits (a "coronary-prone personality" has
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been described), occupation, city life, obesity, diet (both gen-
eral overnutrition and high fat) and lack of exercise have all
been mentioned. Whether smoking is\oné of these many factors that
may be related to coronary disease remains to be determined.
congress was told, at the 1965 Hearings, that there is
a lack of experimental evidence from the laboratory to implicate
smoking in cardiovascular diseases; that there is a strong possi-
bility that such factors as stress are important in the .develop-
ment of those diseases; that there is a strong possibility that
smoking is merely a reflection of a kind of person who is likely
to suffer from cardiovascular diseases, whéther or ﬁot he smokes.
Research has, of course, been going forward since the
Report of the Surgeon General's Committee and since the Congres-
sional Hearings in 1965. But none of that research has produced
any substantial evidence to implicate smoking as a cause of cardio-

vascular diseases.

(2) Smoking and Emphysema and Bronchitis.

As the Surgeon General's Advisory Committee observed,
bronchitis and emphysema are the chronic broncho-pulmonary dis-

eases of greatest public health importance in the United States.
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Nevertheless, their definition é4nd diagnosis is admittedly in-
exact and the relationship between them at best confusing.

The two diseases may coexist, either may exist before
the- -other, or £hey may exist independently of each other. There
are conflicting views as to whether either causes the other or,
indeed, whether either is a necessary or even possible link in ﬁhe
chain of causation of the other. The two things about which there
seem to be no question are (i) that cigarette smoking did not exist
when chronic bronchitis and emphysema were first recognized, and
(ii) that both diseases occur in non-smokérs.

The Surgeon General's Advisory Committee correctly con-
cluded that cigarette smoking is not established as a cause of
emphysema. Thus, those who assume that smoking causes emphysema
in order to Elaim that smoking is killing large segments of the
population have no basis for that assumption, even in the Com-

‘mittee's Report.

The Committee concluded that smoking is & cause of chronic
bronchitis. But this conclusion was reached despite the fact that
the statistical association between smoking and bronchitis seemed
weaker (as near as can be determined from the meager data) than

that between smoking and emphysema, where causation was not found.

LIG~ ZB301
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Since the most impértant evidence said to relate cigarette smok-
ing to either diséase was stated by the Committee to be the
epidemiological (i.e., statistical) evidence, the failure to find

causation where that evidence was stronger and the finding of
e
B

’
th

4
>

{
causation where Lhat evidence was weaker only adds to the con- ot
L

fusion in an already confused and ill-defined field. ol {ﬁj;
l , v

Unquestionably, what is needed here is more research and

e

less speculation) This was the substance of what the experts told
Congress when they pointed out that the particular disease entities -
should be defined in clinically recognizable ways and their various
symptoms put into meaningful categories. Until this is done, they
said, it is impossiblg to speak of causes —— or to attempt by ex-
perimental or other means to discover meaningful factors in the

environment — or to determine whether or not those factors include
cigarette smoking. j&aﬁﬁ”

(3) Smoking and Lung Cancer.

The possible relationship of smoking to lung cancer has
received wide attention to recent years. This is true even though
the number of deaths caused by lung cancer specified as primary is
but a small fraction — about 1% — of the number of deaths from

all causes. The main reason for this focus of attention on smoking
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may well be that it was one of the first to be suspected among
the many.factors now suspected as possible causes of lung cancer.
In contrast, many other factors have long been suspected as con-
tributing to cardiovascular diseases and emphysema. Whatever the
reason, the fact remains that the still unanswered gquestion of a
possible relationship of cigarette smoking to lung cancer has béen
a subject marked by spectacular charges and widespread controversy.
Not surprisingly, this situation has led to many unfound-
ed claims and premature conclusions. Indeed, the strongest indict-

ment of cigarettes contained in the Surgeon General's Advisory Com-

"\

mittee Report is that they are claimed to be the main cause of

[

cancer of the lung.

But the evidence will not support a conviction based upon
this indictment. That evidence was meticulously examined by medi-
cal and scientific experts during the course of fhe Congressional
Hearings on Cigarette Labeling in 1964 and 1965. It was clgarly
insufficient to establish causation.

Most of the "evidence" is found in the statistics. And,
of coﬁrse, statistics cannot themselves prove cause and effect.
Additionally, as.the statisticians told Congress, the statistics

with respect to smoking and lung cancer are replete with confusing

—————————
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and contradictory findings, which have not been explained and
reconciled. For example:
Many countries have lower per cap?ta con-
sumption of cigarettes than the United States,
but higher mortality from lung cancer.
Despite the rapidly increasing cigarette
smoking among women, the ratio of male to fe-
‘male deaths from lung cancer has increased four-
fold in the last thirty-five years.
Lung cancer is more than twice as common
among low-income males than Among high-income
males.
Benzpyrene is a compound which has experi-
mentally induced cancer in some test animals, but d%"
which is found only in minute quantities in ciga- /}Cﬂ*_(
rette smoke. ;Pipe smoke contains more than ten ;ikpv¢£\

. .o - . -
times as much of this compound as cigarette smoke. ((»ku>if

parte
Yet pipe smokers, including those who inhale, have ‘ \
the same death rates as non-smokers, while former LME
~
Rt

pipe smokers have higher death rates than either Re-=2
smokers or non-smokers. As one of the witnesses

told Congress:

-10-
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“In brief, if these statistics can be be-

lieved, it is quite safe to smoke a pipe, but

highly dangerous to discontinue the practice.”

There are, of course, many more such curious £indings
in the statistical data. But even if all these were reconciled
and explained, there would still be no more than a statistical
association. It would then be necessary to determine what, if
anything, that association meant. 1In this connection, properly
conducted laboratory and clinical investigations can be of great
importance.

Several researchers told Congress that such evidence as
exists in the field of animal experimentation is either negative
or insignificant. They pointed out that the material cited by the
Surgeon General's Advisory Committee supported this conclusion. As
stated by one eminent pathologist:

"7o date, no one has produced cancer of the

lung in an experimental animal with tobacco smoke

or with condensates extracted from tobacco smoke.

Thus, laboratory confirmation of the statistical

association is still lacking.

"It is true-that cancers have been produced

on the skins of animals by various condensates of

tobacco smoke, but skin cancer in experimental

animals can also be produced by a number of in-

nocuous substances, such as sugar, beef, etc. I

do not think one can attach any great significance
to this work." )

-11-
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In contrast to the negative results of experiments in-
volving inhalation of tobacco smoke, lung cancers have been pro-
duced experimentally by inhalétion of other suspected agents.

So much for the laboratory evidence.

The evidence relating to humans also is open to sub-
stantial question.

One doctor showed slides and claimed to see at autop.y
more changes in the lung tissue of smokers than non-smokers. These
changes, he speculated, might have gone on to be cancer. But anoth-
er doctor presented the results of a nationwide investigation on the
same subject conducted by 12 pathologists and concluded under the
sponsorship of the United States Public Health Service. These re-
sults, he said, fell short of confirming the claims made by the
first doctor. Other pathologists who testified also disagreed with
the claims of the first doctor; and one showed slides demonstrating

: T 54’q
P
) O

the same lung tissue changes in non-smokers, and even in(ihfants.
\

-

\/

He said he could not agree that these changes were meaningful so ’“7i.
!.V\

far as cancer is concerned. ‘ ( 200
£

Additionally, Congress heard from several eminent tho-
racic surgeons whose wide experience encompassed well more than

10,000 cases of cancer of the lung. 1In contrast, all seven of the

-12-
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prospective statistical studies relied upon by the Surgeon Gen-
eral's Committee encompassed a total of only 1,833 cases of lung
cancer.

Based on their broad clinical experience, those thoracic
surgeons told Congress that they could not accept the conclusion
of the Surgeon General's Committee that cigarette sméking was
causally related to lung cancer. They pointed out that while the
concentration of tobacco smoke is greatest in the trachea, or wind-
pipe, cancer of the trachea is a medical rarity. They guestioned
why, in the lung itself, cancer occurs more frequently toward the
periphery, where the concentration of smoke is less.

They also pointed out that cancer of the lung differs
from other cancers in that the age of peak incidence is about 57
to 60, and that this peak persist regardless of whether, how long,
or how much people smoke. This human experience does not support
the claim £hat there is a direct dose-response relationship be-
tween cigarette smoking and lung cancer, i.e., that lung cancer
will occur in direct proportion to the amount of smoking. If this
claim were true, long-time heavy smokers should get the disease
earlier than non-smokeré. They don't. Despite the apparent sta-

tistical association between smoking and lung cancer, smokers do

-13=-
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not get the disease any earlier than non-smokers, regardless

of how long or how heavily they have smoked. Once again, the
major limitation of statistics is shown: when tested against the
actuai c.inical data, predictions based on statistics often prove
inaccurate.

Doubtless, explanations and reconciliations of these
apparent conflicts in the data have been and will continue to be
sought. But they cannot come from armchair speculation; rather,
they must come from the result of hard, extensive and painstaking
research in the laboratory and in the continued analyses of medical
experience. Such research has gone on continuously before and after
the Surgeon General's Advisory Committee Report and since the Con-
gressional Hearings of 1965. To date, however, it has not provided
sufficient scientific evidence to determine these questions and
permit reliable conclusions to be drawn. Despite the impatience
of some to solve the lung cancer problem by convicting cigarettes,
there is still no scientific basis for determining whether or not

smoking causes lung cancer.

(4) Smoking and Cancer of the Larynx.

The only cancer other than lung to which the Surgeon

~14-
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General's Advisory Committee linked cigarette smoking is cancer

of the larynx in the male. Here, the link is not said to be that
smoking causes laryngeal cancer but oﬂly that it is "a significant
factor in the causation" of such cancer. The evidence does not
support even that limited conclusion.

No otolaryngologist or other specialist deéling primarily
with cancer of the larynx was on the Surgeon General;s Advisory
Committee. Several such men, of unguestioned prominence in their
profession, did appear before Congress in 1965 and disagreed with
the Committee's conclusion.

They pointed out that the Commitﬁee‘s conclusion was
Abased essentially on interpretation of data showing a statistical
association between cigarette smoking and cancer of the larynx.
They said that other facts, known to them from thgir experience
with the disease, indicated that any such association does not
prove causé.

One of the most eminent of the world's otolaryngologists
testified that, in the course of some 32 years of experience, he
had obgerved over 4,000 cases of cancer of the larynx and throat
anéd had treated over 1,860 cases by surgical means. His experience

encompasses twice as many cases as were included in all of the

~15-
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statistical studies relied upon by the Surgeon General's Advisory
Committee. The combined experience of the other four otolaryngolo-
gists who testified comprised some 3,000 cases of cancer of the

larynx and adjacent areas — more than one and a half times the 7t

total number of cases involved in the studies relied upon by the ?’K:

Surgeon General's Advisory Committee. c\e
. FAN

Drawing from their wide experience, these otolaryngolo- cb{

e

gists told.Congress that they could not accept the conclusion that !
cr
smoxing of cigarettes was established as a causal factor in cancer’

of the larynx. They assigned many reasons for their views, in-
cluding the £following:

(a) There has been no increase in the incidence
of cancer of the larynx to parallel the rise in ciga-
rette consumption in recent decades. If cigarette
smoking were a significant factor in the causation of
laryngeal cancer, a large increase in mortality or
frequency of the disease corresponding to the increase
in cigarette consumption should have oecurred.

(b) There is no experimental evidence whatever
demonstrating the production of laryngeal cancer by

topacco smoke or condensates.

-16-
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(c) The ratio of males to females with cancer

of the larynX was approximately 6 to 1 thirty years

ago, wnen comparatively few women smoked. NOW. when
. . . -~ . B ."":' )
:- «t I. . .
many more women SmoOKe) the ratio has widened to 10 to
\

1. This is directly opposite tO what should have oc-

curred if smoking were 2 significant causal factor.
No explanation has been advanced for this; and there

is no known sex gifference in tissue response.

cancer occurs more frequently

(@) curiously.

in women than in men in the lower throat, at the base
of the tongue and on the tonsils — structures very

near the larynX.

(e) ~ Cancer of the +rachea OF windpipe is extremne-

1y rare even though this structure, jmmediately below .

£ inhaled e
Ny
Mo

+he larynX., is also directly in the path ©

smoke.and should be similarly affected.

(£) Statistical studies of laryngeal cancer

seldom define precisely the location of the cancers
jncluded in the study. The_location is important be-

r of cancers at different

cause the clinical pehavio

% differs greatly. and,

sites in and near the laryn

-17-
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as would be expected, 'the degree of association may
vary greatly depending upon the types of cases which
are included or excluded. Present knowledge does
not provide explanations for these behavioral dif-
ferences among cancers originating in virtually ad-
jacent locations.

(g) There are unexplained geographical pﬁzzles.
Cancer of the upper throat — nasopharynx — is more
than ten times as common in China or Formosa than
elsewhere in the world. Cancer in the lower throat —
hypopharynx — is more common in Great Britain, France
and the Scandinavian countries than in the United States.

(h) Other factors, such as alcohol and malnutri-

tion, are suspects in cancer in this area. At present,
there is no way of knowing which, if any, of these fac-
ﬁors are of causal significance.

To date, the data necessary to resolve these guestions
and the many other unanswered ones in this field have not vet
appeared. At least until such data are available, the hasty jump-
ing to conclusions should be avoided. It is obviously premature

at this time to come to any conclusion as to what role cigarette

-18-
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smoking may or may not play in the causation of cancer of the

larynx.

(c) Is it the Smoker or the Smoking?

If, as several studies have indicated, there is a sta-
tistical association between the smoking of cigarettes and a wide
variety of diseases, then the need for scientific inquiry has not
ended but has only begun. This is particularly so because labor-
atory and clinical findings to date have failed to support sug-
gestions that the reported statistical association should be in-
terpreted as showing that smoking causes some or all of these
diseases.

Several prominent statisticians told Congress in 19635
that the reported statistical association between smoking and vari-
ous diseases — wholly apart from all the inconsistencies and ques-
tion marks — could well mean that many of the people who are going
to get these diseases are the kind of people who also are going to
smoke. |

Thus, the reported statistical association, far from
demonstrating that smoking is a health hazard, may reflect signifi-

cant differences in the physical, constitutional, psychological and

-19-

LG 2016870




genetic makeup of many smokers and non-smokers. These differences,
not caused by smoking, may account for the observed association.

As the statisticians tolad Cohgress, this interpretation
of the association has never been ruled out, and is at least as
likely as explanation as one that assigns causal roles to smoking.
The analysis begins with the statistics. For examplé, if the sta-
+isties had shown that smokers and non-smoxers had the same hi-tory
with respect to all diseases, except that smokers had a very much
hicrer incidence of one particular disease, then it would have been
appropriate to focus investigation upon the question of whether
smoking caused that disease.

Such, however, is not the case. Rather, the statistics
indicate that smokers and non-smokers differ with respect to their
overall disease history and not just with respect to one disease.
mhe sta~istics, of course, ezl only with people who have been in-
cluded in %urveys and not with the whole U. S. population. They
also deal with human beings whose decisions to smoke or not may
well reflect different personal characteristics. This raises the
cuestion (assuming that the reported statistical association is
valiéd for the entire poéulation) of whether the observed diifer-

ence in disease history came about because of smoking or because

-20-
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cs Liffering personal characteristics of smokers and non-smokers.

LY - ] -—
b wiem D aeva

ter event, smoking would be just one of the differences
Lzsween the two groups and not the cause of the difference in dis-
ezse history.

A threshold guestion, then, is whether there are signifi-
ca~t differences between smokxers and non-smokers, in addition to
ces in smokxing habits and disease history. ‘This is a broad
and wile-razncing cuestion, reguiring for its answer broad and wide-
rencing resezrch into a myriad of human characteristics.

According o the information presently available, it does
~zt smokers as a class are in many ways éifferent from non-
szoxers. For exanple, cigarette smokers as a class marry and change
:cbs more often, are more athletic, are more often hospitalized,
grink more azicohol and black coffee, are more often neurotic, are
mo-e likelv to have parents with heart disease or hypertension,
zné =ave shorter lived parents and grandparents. So there is evi-

Cence that smokers are often of a different personality type from

<ers. &and, interestingly, many of the characteristics of

i
n
i
[¢]

tris personality type have also been related to stress, which is

“zlieved by many to play an important role in the production of

corenzry heert disease and other ailments.

-21-
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There is strong support for the interpretation of the
staztistics that smoking is a reflection of a type of person who,
whether or not he smokes, is more likely to get certain diseases,

and is not itself a cause of those diseases.

(@) The “Missing" Ingredient: Neither the existence
nor the amount of nicotine, "tar“ or any ingredient
claimed to be in cigarette smoke has been proved
sionificant to human health.

For several years — indeed, since cigarette smoke be-
came a suspect — intensive laboratory experimentation and analysis
have been directed to the ;dentification and isolation of the in-
gredient or ingredieats in cigarette smoke which could cause the
aiseases for which smoking is claimed to be responsible. During
this period of years, advances in scientific techniques have per-
mitted the identification in given substances of fantastically mi-
nute quantities of particular ingredients. -Not surprisingly,
therefore, from time to time there are reports of the identifi-
cation of some ingredient in cigarette smoke coupled with claims
that it may have some possible cgnnection with disease causation.
To this Gate, however, all of the advanced technology and all of

+he intensive work have added up to one clear result:

-22-
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There has been a complete failure to identify
any ingredient or group of ingredients in ciga-
rette smoke that is specifically responsible for
causing any of the human diseases with.which sSmok-

ing may be statistically associated.

The presence of nicotine in tobacco has given rise to
much fruitless speculation over its possible role in causing human
disease. Such speculation all too often follows a demagogic line,
beginning with the assertion that pﬁre nicotine is a poison and
ending with the conclusion that in cigarettes it is very harmful
incdeed.

In the face of this line of "reasoning", a broad con-
sensus has been achieved in the scientific world with respect to
nicotine. In contrast to the controversy over the question of
cicarette smoking and health, there is practically no controversy
over nicotine. This consensus was well expressed in the Surgeon
General's Advisory Committee Report:

""Phere is no acceptable evidence that pro-
longed exposure to nicotine creates either dangerous

functional change of an objective nature or degenera-
tive disease.
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", . . the chronic toxicity of nicotine in
quantities absorbed from smoking and other methods
of tobacco use is very low and probably does not
represent an important health hazard."

The more important reasons for this conclusion are as

(a) It has never been seriously suggested that
nicotine has any cancer causing properties.

(p) Nicotine has no known chronic or cumulative
effects. It is rapidly absorbed and rapidly changed by
the nhuman body into other simpler substances which have
low pharmacological activity and are speedily excreted.
There is no evidence that any of these substances, into
which nicotine is rapidly changed, has any toxic effects.

(c¢) The chronic toxicity of small doses of nico-
tine is low in experimental animals, and the guantities
o< nicotine obtained by humans in ordinary forms of to-
bacco use is very low.

(d) Pipe andlcigar smoke, in general, contain con-
siderably more nicotine than does cigare£te smoke. Sev-
eral studies suggest that, fegardless of inhalation habits,

pipe and cigar smokers absorb amounts of nicotine at least
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comparable to the amounts absorbed by cigarette smokers.
I7 they do inhale, they must often absorb even greater
guantities. But smokers of pipes and cigars do not

show significantly higher mortality than non-smokers.,

These generally accepted conclusions render any require-

ment of = statement as to nicotine content on cigarette packages

o)

tl

’J.
()]

po ss at best. At worst, they render any such reguirement mis-

leziin

Nl

. Stripped to its essentials, the argument favoring nico-
tine content labeling is that a smoker will be able to compare
brands with respect to relative nicotine content and to choose the
one naving less nicotine. The suggestion is that less nicotine is
somerow "safer"; and this is the message that unavoidably will be
conveyed to the smoker by any such required labeling.¥*

But there is no acceptable evidence that the amounts of
nicotine absorbed by the smoker are harmful. To the contrary, the
consensus is that these amounts are not harmful. Therefore, there
is no scientific basis for assuring the smokér that cigarettes with

less nicectine are somehow "safer".

* m-e suggestion that less nicotine is "safer" is not avoided by
tne warning now on cigarette packages. The warning would only
cmind the smoker that the lower nicotine cigarette is not
cessarily completely safe. Obviously, the warning would not
op nim from concluding that it is "safer".

A
@

n
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There is, of course, no "tar" as such in cigarette
smcke. “"Tar" refers to condensate collected from smoke by labo-
ratory methods.

The tar gquestion was raised when, some years ago, it was
reported that smoke condensate painted on the skins of a suscept-
iple strain of mice produced skin cancers on some of those mice.
Those experiments, of course, didé not prove that cigarette smoking
was & czuse of cancer in humans. It is universally acknowledged
w2t one cannot automatically translate into human terms ané con-
clecions the results of animal experimentaﬁion; and that is par-
ticularily true in the case of mouse skin painting with tobacco
smoke condensate. The concentration of so-called "tar" painted
on the skins of mice was incredible, estimated by some scientists
to be ecguivalent to human smoking of more than 100,000 cigarettes
per day.

In brief, the experiments involving the painting of nouse
skin with tobacco smoke condensates were subject to the same prob-
iems as that type of experimentation generally. Even in the same
animal, éifferent tissués respond differently to a given substance,

which may cause cancer in one tissue and be harmless to another.
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Different species of animals respond differently to a given sub-
stance. A sudstance which may cause cancer in.one species may
not in another. Indeed, different strains or variations of the
same animel may respond differently to the same substance. And,
of course, experiments have shown that skin cancer can be pro-
duced in animals by a number of common substances, such as sugar
ané beef,

The lack of correlaticn between the almost infinitesimal
amounts of suspected ingredients found to be in cigarette smoke
condensates and some of the experimental results led the Surgeon
General's Acdvisory Committee to describé the situation as present-
irc a "puzzlinc anomaly”. The Committee referred to the possibili-
ties oI interactions of ingredients as a "gigantic area for ex-

ploreation". Today, despite continued work, no one has solved the

puzzle; and the area remaining for exploration is virtually as
"gigantic" as ever.

Tnis, of course, raises the question of validity of the
causal hypo;hesis in which skin painting experiments are considered
&s possibly relevant. This theory is that cigarette smoke contains
an ingredient or ingredients capable of causing cancer. 1If so,

this shculd be demonstrable in animals. Then, in humans, sufficient-

y prolonged exposure to enough of the smoke containing the cancer

-1
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czusing ingredient should, if the animal results are right, ulti-

m
g

mately result in the production of lung cancer.

And, indeed, some earlier exéerimental results seemed
+o0 lend some support and credence to this theory. Smoke conden-
sztes did cause skin cancer in some mice. Additionally, conden-

sates were found by extremely sensitive chemical procedures to

Voo gt
contain minute guantities of some compounds which hadibeen found
A

to e experimentally capable of producing cancer in arnimals. And,
some stulies showed that these very compounds were being deposited
in the centrzl porticn of smokers' lungs, where lung cancer was
tnhoucht to originate.

At this point, the theory began to fall apart. Studies
showed that lung cancers did not originate where these compounds
were being deposited, but rather originated furthe; out in the
ilung, where there was not any relatively large concentration of
cigarette sﬁoke. Further skin painting experiments and similar
technicues began to produce eguivocal and inconsistent results.
Tne “"puzzling anomalies" and- "gigantic areas for exploration" be-
gen to appear in the experimental work. Further, scientists began
o explore experimentally whether human-type cancer could be in-

-

duced in animzls by prolonged inkalation of cigarette smoke. This
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woculd aspear to be somewnhat more pertinent, since humans do in-

nale cicarette smoxe and do not paint their skin with concdensate.

IRRVAZI I
~he resuits of such work, however,ﬁadded up to what one investi-

cator described as “a striking negative result"..

The experimental work, therefore, failed to support the
hvpothesis of a simple, direcc contact causation of cancer by
cigarette smoke. Not only were +he dosages necessakry to produce
cancer of thae skin in animals of incredible concentration, so far
as any numan eguivalent could be considered, but also they did not
correlz=e with the dose-response characteristics thought to be
indicated by statistical studies of human lung cancer. Thrus, many
in&estigators 2bandoned the direct contact causation theory and
turned =0 examination of other possible theories of cigarette smoke
activity.

At present, about 21l that remains of the direct caus-
atior nypothesis is the assertion tnat, if the amount of cigarette
smoke cordensate is reduced, the.smoker's chance of getting cancer
0f tne lung may correspondingly be reduced.' This suggestion has
outlived the scientific theory on wnich it was Dbased.

Wren the Surgeon Generzl's Advisory Committee Report was

veieczsed, the members of that Committee — andé, irdeed, +he Surgeon
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Genecrzl mimse.f — recogrized the lack of scientific basis for
this direct causziion theory. They therefore ;efused to accept
succestions that cigarettes could be séid to be "safer" if there
we=e lesser amcunts of condensate extractable from the smoke. The

Surceon General was joined by the Chairman of the Federal Trade

Sur
Cormmission, among others, in presenting this viewpoin£ to Concress
in 1965.

Since the investigation of other possible mocdes of causal
activity of cigarette smoke nas proven fruitless to date, the sense
o= _-ustration with which the Surceon General, the Chairman of the
Tederzl Trace Commission and others must now approach this problem
is readily uncerstandable. Treir beliei that cigarette smoxing was
“ouilty as charced" doubtless cgave rise to expectation that the
prooi would shortly be forthcecming to show how th;s was so. That
sucn proof does not today exist may well explain their frustration.

T+ cdces not, however, excuse resurrection of the long since dis-

credited azssertion that reduceé tar means added safety, when there

is not & trace of new proof to support either the assertion or the
reiected rypothesis upon which it was originally based.

Noxr can this fesurrection be justified by the thought
thzt meascores -eading to reduction of tar will certainly do no harm,
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aves if they do no good. An example of the danéer of this fal-
lacvy was provided some years ago by a doctor who has long been
noted for his anti-cigarette fervor; He obser;ed that there were
scm2 substances coating the tobacco leaf which, ﬁpon burning, pro-

P ducad some suspect ingredients. These, he said, could be in large
sari removed by subjecting the tobacco leaf to a particular chemi-
ca> "path". He suggested that if this were done it'would make
ci;arette‘smoking "safer". It was even suggested that this should
Se Jdone without waiting for proof that the substances were in fact
rzrmSul, because their removal could do no harm. Of course, if
czucztion were later established, the "bath's" value would thereby
zlso pe established.

This superficially attractive argument — markedly similar
ne tar labeling argument advanced today — was eventually de-
~cl_isred by its own author. He subsequently reported that the very
sortion of the tobacco leaf that would be removed by the bath con-
zzineé so-called anticarcinogens, i.e., substances which inhibit
carncez-causing activity in animals.

The ppint is that present scientific knowledge is not suf-

Sicient to permit action aimed at "tar" reduction to be taken with

zzs:rznce that it is scientifically accurate and valid. Nor, even
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cwere &ssumed, wouwuld it be possible to
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o woulé be meaningful. There is no sci-
i fio notinold to determine whetner & difference between "tar" con-

cf anv two trandés would be meaningful — or how much of a dif-

inalyses of cigarette smoke concensates have shown that

she:v chemical comzcsitions can and do vary widely. Among the in-

[EPeS — 2

credients chemically identified as presentc in varying minute amounts
tve zome which are salid To inhinit cancer formation, some which are
czii on the sacsis ¢ animel experinents tO cause cancer, soné which

re szil Lo sromote cancer Zcrmation ang some which are sazicé to per-
~:i: camcer formetion DY otner substances. No one Xnows aow these
vz2ot with each oiher and with other factors in the human en-
virtonmant. No one Xnows whether they in fact harm human beings.

Nc experiments have demonstratec tne mechanism by which cancer ce-
velcos. Yét, without this vital information, it is just not pos-
Siste ¢ determine wnetner these substances harm humans or, if they

¢o, waether they éo so in the Zfcrm and guantity found in ciczarette

nmazoev or condenzate Ls derxived in a laboratory by a method

--L . Lz cotally unlike numan smoxing. It is concensed in a chemical
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sc.ution &t extremely low temperatures. Measurements vary de-
peniing on the exact method used, number and frequency of the times
the cigerette is puffed in the smoking machine; how short the ciga-
rette is smoked and other factors. This emphasiies a fundamental
soirnt wiich Is often lost sight of: People inhale smoke. They do
not irhale "tar" or condensate. Neither do they apply "tar" or
condensete to their skin. There is no reason to suppose that any
pio_ogical activity of whole smoke can be accurately assayed by
studying “tar" or condensate (extracted from smoke in laboratories)
or zv sIudying anything but the smoke itself in the form and sub-

nce it is smoked by people. To the contrary, there are good

tn
m

[

rezscns to suggest that the chemical and physical changes neces-

(4]

serily brought about in condensing the smoke and applying it to
animals may well produce biological results completely different -
Zrom any that may occur in smoke inhalation.*

The evidence thus far accumulated indicates that this is

so. In contrast to even the limited activity shown by condensate

* Cne example of the difficulties here: Condensate is applied to
mouse skin in acetone solution. Benzpyrene, a suspected ingred-
—ent IZound in minute quantities in smoke condensate, is capable

.2ucing cancer on mouse skin, as shown by experiments where
¢lztively large doses of pure benzpyrene were applied in acetone.

T, waen njected in a water solution, benzpyrene does not pro-
e Tum There is no acetone in cigarette smoke; the main
suzzlance in.the smoke is water.
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exgerimentation, experiments involving inhalation of tobacco smoke

nzve “ziled to produce any human-type cancers at all. This work

v2s “ziled to reveal any correlation with the results obtained by
stucies of condensates.

Obviously, studies involving inhalation of smoke by ex-
cerimenial animals are closer to human experience than skin paint-
ing. However, it is no easy task fo develop technigues for inhal-
ation experiments which will reasonably approximate human smoking .7
~otr in method and in the amount of smoke taken into the respir-

atoryv svstiem of the test animals. Technigues and methodology are

seirc developed and refined, but the complexities of dealing witn

-

22 and changeable substance such as smoke and of producing

rl

=3

-

<

= ~
(= (&
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n
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m

tion in experimental animals comparable to human smoking

recuires much careful planning and extensive trial testing.
This has been developing for several years and hopefully

wilil ultimétely result in a large-scale program of inhalation

- cciéies. Such a program is presently being considered by the
Covrcil for Topacco Research-U.S.A. Such a program would be aimed
as ;-§e;oping human-type diseases such as cancer of the lung, vari-
cus cardiovascular diseéses and emphysema in test animals. There

zzv then pe studies to determine the biological mechanisms by which
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-~a disezses are brought about in the test animals and whether

zctor or corbination of factors involved in inhalation brings

1l
1]
<
th

2bout these human-type diseases in the animals.
By the development of such experiments it may be pos-
sibie o Getermine what scientific knowledge the laboratory can

contribute to the relationship, if any, of cigarette smoking to

The need to replace speculation with solid scientific
eviience nas been amply cdemonstrated in this area. The past sev-
erzl vezrs nave seen a succession of -unfounded claims that a dis-
2zcss czusing ingredient has been discovered in tobacco smoke. At
s:irst, proponents of benzpyrene as the culprit vied with propon-

ents of cigarette paper. Enthusiasm for these waned, however, as

chscratory data failed to support the claims. For a time, arsenic

[
!

(d3

ed enthusiastic supporters. This was followed in turn by

tcrec

I\

* Cne recen:t report demonstrates dramatically the need to proceed
scientifically and to avoid impatient jumping to conclusions.
s were subjected to heavy continuous doses of cigarette smoke,
v innhalation in any ordinary fashion, but rather by surgi-
cperation to permit introduction of cigarette smoke in con-
-ed quantities forced directly into the dogs' windpipes
ressure. Some dogs, not surprisingly, died promptly.
Otrners, after a year of such abuse, in some instances developed
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nanges which, it was said, looked something like

_Of course, the conditions under which the smoke
into the lungs of the dogs scarcely resembled any
smoking; and it is hard to give any credence to

:1
v

Hy s ®
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~-iekei. Thnen phenois. And then polonium. Ané there have been
manv others. As theory has been replaced by evidence, however,
~cst of these have been ruled out — jﬁst as nicotine was ruled
cut oy the Surgeon General's Advisory Committee.

Indeed, there has been a growing realization of the com-
slexity cf the problems here involved and a growing awareness that
sre znswers would not come guickly and simply. It is, therefore,
sariicelarly distressing to see the current efforts, born of frus-
trzticn and impatience, to claim a quick and ready solution to the
orcoalem Ty laseling tar and nicotine as the culprits and thus to

igncre the present lack of scientific knowledge necessary for a real

III.

Mandatorv “"tar” and nicotine
labeling would be misleading.

Congress, in the Cigarette Labeling and advertising Act
o 1565, recuired a warning label on cigarette packages but re-

jected all proposals for the labeling of tar and nicotine or other

.

ingredlients. In so doing, Congress was reflecting the views ex-

- eczed v, among others, the Federal Trade Commission and the
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Dslic Zezlth Service. Both had supported the proposed legis-

2de plain that scientific evidence did not

'_
m
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’ 3
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exist tTo justify labeling cigarette packages with tar and nicotine
cntert. Treir position was based on the uncontrovertec Ilacts that
“ere wzs (i) no proof that cigarettes with lower tar and nicotine
content were vsafer®, (ii) no proof of any tar and nicotine level

zhove wnich there was hazard znd below which there was "salety"
zné (iii) no evidence on which to base a determination that any

: ffeyence in tar or nicoiine content between two cigarettes was

or was not sicnificant. These facts remain as true today as they

m™he Chairmen of the Federal Trade Commission, in his

s

tecstirony before the Senate Cormerce Committee endorsed the

oy
wm

Surcson General's statement that tar and nicotine labeling pro-

csals should be rejected. He said:

1(1

'‘Basically this study has never arrived at what
¢ 2 szfe tar and nicotine content, and they have not
' wnat in smoking is the agent as such that
cancer. . . . Tney don't know whether to
< nicotine, tar, or many other defined and
uréeZined hydrocarbons and chemicals that take place,
‘cal resctions that take place when tobacco burns.”

s he +olé the House Commerce Committee:

", . . there was no ceriainty as to which if any

-

-
[
o these supstances could cause Or even may cause
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zez2- anéd . . . there was no est-ablished moderaticn,
vou mignt say, ol waat would be &z safe number of ciga-
ro=ces Zor one to smoke, or level of content ol any
sumstance in any cigarette.” ] :

m-e Chairmen left no doubt as to the unfortunate con-~

secuences waich could resulc from tar and nicotine labeling:

n-c cculd result in some other kind of & misrepre-
serncztion or sometning misleading if one cigarette

czme out and saidé it had 1.5 in tar, zand so much
: 1 é

ricosine in it, ané another came out and szid it had
cr.ly 1."

The Surcecn General confirmed the lacx of scientific
cvidamce. Ze to.d the Senate Commerce Committee:
least plausible that cigarettes

w. =7 lower zar ané nicoitine may present lesser heaith
wzzzwds, tnere is presently no proof that this is so."

Concress rejected suggestions that it require tar and

~icccire lebeling. It did, however, reguire that every package oX

-

modav, therefore, every cigarette smoker is reminced on
every package of possible hazards of cigarette smoking. Now, how-
ever, tne Tederal Trade Commission says that this is not enough and

trz% cigarette packages should be required to carry statements of
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~-a Cox—ission's change in position was announced in

wazwan 1035, The oniy reason given was that the information “may
e —ziterizl and desired by the consuming publie." No new scien-
£:ific eviience or prool was described, nor was tge slightest sug-
gestion made that an nad come into existence since the Chairman

o +re Commission had appeared vefore Congress and taken a con-

{

Tollowing announcement of the nevw position of the Federal
"

c-zis Commissicn the Publiic Health Service held a one-day meeting v

v
A\

cf z smell croup of investigators and others in June 1966. Xo new
evidance was anncounced folilowing that meeting. The group dic not
demonstrate tThat t&r or any specific ingredient was narmful, nor
Gi& it venture to explain how the Surgeon General's Advisory Com-
~it-eca was wrong in exonerating nicotine. Instead, the group mere-
1y steted thezt tre "preponderance’ of existing evidence "strongly
succests" that the lower tne tar and nicotine in cigarette smoke,

P S - R SOUN - = -
-~z _ess naramful the effects.

nc Trcof! Lnto "strong suggestion". Cf course, the Federal Trade
Ce—=ission Gid& nct nave even this croup's statement to support it

rznced positicn. IL this pronouncenent should

|
(O]
w
|
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e Surgeon General that hie is now warranted in giving at

ieast tacit support to the Commission, it certainly should not

szzisfy Congress that it is warranted in changing its prior de-
terminztion. Thnis is perticularly true decause that determination

=11 is sclidly based on the state of scientific knowl-
.ot cn tre mere fiat of a small groum.

r3citionaliy, if it were assumed that smoking causes
.+ zn~d& nicotine lapeling reguirement might be not
cnly misiealding sutc dangercus.y soO. For exznple:

ume = as Congress 1s
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zsc2d to determine as &n escz-lished fact in order to
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ar" anéd nicotine con-

as the Report of
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e Surcecn Gereral's Advisory Committee pointed out,

sioulate phase wnich contains the “tar" and nico-
ize é:counts for only 40% of cigaretce smoke,. the

~-er 50% oeing gasecus phase. That otner 60% is not
recessarily reduced with "tar® ané r.icotine reduction.
Ve for zll that is now prWn, it may well contain

waarmIul' ingredients. Accordingly, 2 smoker could

s

c

)

ed safety Dy

- . s . “— - - R -
~z Lu__el Into & Zaise sense of
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Zsolinme wiailicn indicaztes reduced tear and nicotine

content, whnen "hernmiul" Incredients have not been

{31} 2 smcXer may compare two packages of ciga-

rectas and cncose one on the ground that its tar and -
nicctine content is less than the other. Presumadbly, v; S

.- . . . . - R = s N S ]
cull e &cing sc beceause of his belief that re- W s
coced .vez znd nicotine content makes the cigarette
rz zgein, ne is receivirng a2 possibly false
surznce of szlety, because there is no way of knowing

rence between the twe cicarettes is at

=, ZIZven if one were io assume that re-

Cucoeld tiy and nicctine content mzde cigearettes safer,

nC CnE XKnOWS 20w mich recuction would be meaningrful.
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e result may well be to persuade

= zmoker sither to continve & glven level of smoking or to in-

net level of smoking because the cigarettes that he has
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cnozen zre somehow "safer"., And he would have an Act of Congre
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sc. Thz smoher slrealy Is ya:neé 0% potential hazards ol smok-
ing. CTherelore, thers is rno .zel for Congress to take tnhe risk,
recessirily inherent Lo & Tar zni nicotine content labeling re-
cuirement, ©Z misleading thnE& &OKEr.

-~ ras Sean said that there is no risk of misleading and

pernzps endangering +re smoker by reguiring tar and nicotine label~-

img, secause oI the warning of zotential hazard. True, the smoker
~zv S22 reminied ThIT the cLgErEtte igs rot z-eoclutelv safe. Eut he
wras o well oormoliull: ThEt the cics¥Eoie oS substantially safer. In-
iesi, =nIT conclusion is virzually inescapeble, since the very

x the proposad lakeling o tzr and nicctine content is to
-tent, therepy purportedly meking the
rette "saiez” Otnerwise, there is no point to the recuirement.
o ccncoucdec that the cigzrette is safer, the stoker may well

. ‘isg wsgtrzined in nis smoking nabits than ne woulé be if zll

e w2l before Rim WES The WBrning on the package oI potential haz-

erhaps endangering the
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-:icotinz content labeling demonstrate the wisdom of Congress'

$55 catermination (in the Cigarette Labeling §nd Advertising Act)
<o retain coritrol in this area. At that time, there were some who
trged Congress either to require tar and nicotine content labeling
or zo delegate power to act in that area to the Public Health Ser-
vice, tne Federal Trade Commission or some other agency. But the

acs revealed that there was no scientifically valid proof which

.12 warrent a requirement of tar and nicotine content labeling.

b
O
§

rge part because the state of scientific knowledge did
ncT sermit establishment of intelligent guidelines for delegation,
Congress chose instead to require reporis to it at the end of speci-
Ziel pericds on pertinent matters. Thus, Congress assured that,
s-ow.& the situation change so as to require further action, it
weuid be fully informed so that it could take whatever action was
:ec;ss*ry in the public interest. .

2t the hearings, the Federal Trade Commission had opposed

2z~ z=& nicotine labeling. The Chairman had urged that "it would

LIG- 28339

2z petter o leave the situation al

ing “couoid result in some other Kinu ve w suascaspicassucacivin VL >l
+ning misleading”. This, of course, was entirely consistent with

<=2 =sei=iom theretofore taken by the Commission, which had regarded
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z sta+tement of tar or nicotine content, not sub;tantiated as
significant in health terms, as an unfair or deceptive trade
oractice.

The views expressed by the Commission to Congress were
supporied in substance by the Departments of Commerce and Agri-
culzure:; and the lack of scientific knowledge was confirmed by the

urceon General. Thus, the basis of the Congressional decision in
1962 is clear.

What is not clear, however, is the basis on which the
Com~ission has sought to circumvent that decision. 1In March 1966,
~re Coznmission suddenly announced that tar and nicotine labeling
would be permitted, giving as its reason only that the information
"may bpe material and desired by the consuming public”. There had
been no new scientific proof to justify the Commission's change in

sosition. Completely lacking was any showing of health signifi-

. M
cance or of any way in which any differences in tar or nicotine ¢*%
. }W o

ccr.zent could be shown to have health significance. The sole ﬂ’\a;

“scientific" support that the Commission later used was a batch oZf
copinion letters, merely repeating the same points that had been made
to Congress and relying upon the same inadequate information. In-

4, ~4, tnre letters were written by the same people and presented the
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same viewpoint that had been rejected by Congress in 1965.

Nor was the Public Health Service able to support the
Commission. When, in June 1966, it asked a small group to con-
sider the matter at a one-day session, the most the group was able
to say was that the evidence "strongly suggests" that a reduction
in tar and nicotine would lead to less harmful effects. Again, no
new evidence was forthcoming; there was only repetifion of the same
inadeguate data.

But inadequate data, or unsupported opinions, or the
louéer repetition of those opinions,- do not demonstrate health )
significance. -What has not been demonstrated is any way of an-
swering the critical questions: Do "tar" and nicotine have any
effect on health at all? If so, how much of a tar or nicotine re-
duction has health sigﬁificance? If so, how much lower in tar or
nicotine content must one cigarette be than another to have "less
harmful effects"?

The answers to these questions should be based on solid
scientific evidence. To the contrary, the épparently overwhelming
desire to “do something", based upon the lofty motive of "doing
good" has been successfully urged upon the Federal Trade Commi§§ion

in lieu of that evidence.
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A lofty motive will in no way justify misleading the
consumer. Conspicuous by its absence is any egplanation from the
Commission as to how tar and nicotine iabeling is "misleading"
and "unfair and deceptive" in mid-1965 but "material and desired"
in early 1966.

Until scientific evidence establishes whetﬁer smoking in
fact is harmful and, if so, what ingredient or ingredients are re-
sponsible for the harmful effects, Congress should continue to re-
tzin control under the Cigarette Labeling and Advertising Act of
1965. There is no factual basis upon which it can predicate a
sensible delegation. Furthermore, the suséeptibility of potential
;elegates to the exhortation to "do something", even though there
is no basis for meaningful action, demonstrates the continued wis-
dom of Congress' determination to keep control. Congress can best

_ protect the public interest by taking no further action until it
has sound scientific evidence to assure that the action it takes

will inform and not mislead.
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